The child was lost sight of until August 1938 when his mother again brought him to the hospital. He now weighed 103 lb., and his mother said that he had sat up at 3 years, 3 months, but had never stood. He is a good boy. He does not scream, and he understands a good deal of what is said, but only says a few words. His feeding has always been a great problem, as he seems to have insufficient saliva to masticate solid food. He secretes tears normally.
Condition on examination (August 1938 An attempt to obtain sufficient blood for a urea, calcium, and phosphorus estimnation, was unsuccessful.
Treatment.-Under treatment with antuitrin the child's weight increased to 11 lb. 151 oz., but he became ill. He is now being treated for the anaemia, and an attempt will be made later to begin antuitrin treatment again, using smaller doses.
Discussion.-DR. PARKES M EBER said that the patient might really be an example of " ateleiosis " in Hastings Gilford's sense. Such ateleiosis (with complete arrest in development), whether due to a change in the pituitary gland or not, might, according to Gilford, commence at any age before or after birth. In the present case the commencement of the ateleiosis might have coincided with, and have actually been due to, the pathological incident marked by convulsions at the age of 6 weeks.
The PRESIDENT said that this was not a case of sexual ateleiosis (Tom-Thumb dwarf) ; the birth-weight was too high and the appearance was different. Gilford's asexual ateleiosis wN-as probably due to deficiency of the hormones of the anterior lobe of the pituitary.
Nephritis with Albuminuric Retinitis and Patent Ductus Arteriosus. Family history.-Three healthy younger siblings. No heart disease known. Past history.-No nephritis or rheumatic fever. The child has been liable to headaches since a baby, but they have been worse since the age of 7. They are of raised intracranial pressure type and are often accompanied by nausea and vomiting.
In 1935, when the patient was admitted to Luton Hospital on account of these symptoms, a heart lesion was discovered. Eight months ago she began to pass bright blood in the urine. The passage was unaccompanied by pain and has recurred at intervals since. Four months ago her vision began to fail. Epistaxis occurred once two months ago, and she has recently lost weight. She has had no dyspnoea, coma, or convulsions.
On examination.-A well-developed girl of sallow complexion. Face puffy; no definite cedema.
Macroscopic blood in urine, and albumin in the supernatant fluid. No casts seen. Blood-pressure about 240/140 in arms and higher in legs. No evidence of cardiac failure. Heart definitely enlarged (apex beat 4 in. to left of sternum in 5th space); no abnormal dullness in 2nd or 3rd interspaces. There was a continuous thrill and a continuous whirring murmur maximal in the 2nd left interspace, and a systolic murmur at the apex.
Vision: R. ' ; L. finger-counting at 3 ft. The retinae showed severe papillcedema and widespread exudate and haemorrhages.
Temperature: 98°-99°. Pulse 100-120.
Blood urea: 43 mgm. % ; creatinine 10 mgm. % ; urea clearance 39%.
Electrocardiagram: No definite abnormality. Blood-count: Hb. 82%, later 56%; C.I. 0 9. W.B.C. 10,000-11,000; differential count normal.
Cerebrospinal fluid: Lumbar puncture showed an increased pressure; protein 0.04%.
Blood culture and catheter specimen of urine negative.
28.9.38: Patient left hospital, having gained 4 lb. in three weeks. 17.10.38: Readmitted with the condition materially unchanged, except that no headaches had occurred since the lumbar puncture. The temperature was normal, the retinitis had progressed, and the blood urea was now 61 mgm.
X-ray examination : (1) Chest enlarged left ventricle and conus; no notching of ribs. (2) Abdomen: No evidence of calculi.
Comment.-At first the temperature, the cardiac lesion (probably a patent ductus arteriosus) and the haematuria suggested endocarditis lenta, but the sterile blood culture, the fact that the spleen could not be felt, and the absence of evidence of any emboli other than in the kidneys are against this. Neither chronic nephritis nor malignant hypertension would account for the cardiac lesion; nor is there any history of an acute nephritis, and no casts have been seen. A congenital dysbiotrophy of the kidney would account for the nephritis and would reasonably be associated with a congenital cardiac lesion. B. L., a girl aged 9 days, was admitted to hospital on account of aneemia. History.-Some jaundice was observed on the second day of life, and since then the baby had become progressively paler. No blood had been noticed per rectum, nor indeed had there been any signs of internal or external bleeding. The birth was normal and the infant had been fed on ambrosia; she had gained weight up to the time of admission.
No history of similar condition in family. The other child (of a seven months' pregnancy) died aged 48 hours; cause of death not known.
On examination (13.10.38).-Pale, feeble child, with slight jaundice. Spleen easily palpable below the costal margin. No other abnormalities.
Next day a complete blood examination showed a severe macrocytic antemia with a low red-blood-cell count and haemoglobin percentage, but a high colour-index. The baby was accordingly transfused with 50 c.c. of her father's blood.
Since then, in view of the blood picture, eleven more transfusions have been given (by the internal jugular vein route) of 580 c.c. of blood; while, in addition, 20 c.c. of maternal whole blood were given intramuscularly (10 c.c. into each buttock) on October 25.
The complete blood picture has been determined each day before each transfusion. These are shown in table form on page 9, together with dates of each transfusion.
